In the normal colorectal mucosa and in metaplastic polyps, CD3 was positive but MCHII and TIA1 were not expressed. Whereas the Fas cell antigen was expressed in the normal mucosa and in metaplastic polyps, it was downregulated in neoplastic lesions. The upregulation of CD3, MCH class II molecules, and TIA1 in IELs of neoplastic colorectal lesions suggested that those lymphocytes were activated and cytotoxic. However, their Fas ligand was unable to induce apoptosis on epithelial neoplastic cells because the Fas molecule of neoplastic cells was downregulated. In contrast, the Fas ligand of the neoplastic cells was able to induce the apoptosis of IELs because the Fas molecule of IELs remained intact. A similar phenomenon seems to take place in experimentally-induced colonic neoplasias in rats (Rubio, 1998) . Thus, the possibility that lymphocytes may have contributed to the bulk of apoptotic granules in breast tumours (alas! also infiltrated by lymphocytes) cannot be disregarded. Leuchtenberger or Councilman bodies are just bodies; they do not disclose if they are of epithelial or of lymphatic origin. In this respect, it may be of interest to mention that Liang et al (2001) recently found that human breast MCF-7 cancer cells do not express caspase 3.
Interestingly, Hadjiloucas et al (2001) concluded that 'the appearance of the active form of caspase 3 in the cytoplasm of the cells undergoing apoptosis is an early event and precedes the development of the classical morphological features of apoptosis'.
A similar argument was used many years ago upon the launching of the TUNEL method.
